undifferentiated and proliferative state. Structure of the AER is maintained through a tuned balance between proliferation and cell death. This equilibrium is genetically controlled but little is known about the molecules involved in this process. We have found evidences that oct4 controls the proliferative balance within the AER cells. Overexpression of otc4 in the limb ectoderm disrupts the ratio cell death/proliferation and this activity is under the control of wnt-canonical pathway. We also have found a special localization and behaviour of proliferating cells in the AER that could be a response to oct4 activity. Development of the cranial base is generally assumed to be controlled by the same molecular mechanisms that regulate development of the appendicular skeleton; nevertheless, the identification of cranial base-specific signalling pathways is essential to clarify the mechanisms of its development, evolution and role in human disorders.
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The sine oculis/Six family of genes encode for six transcription factors in vertebrates, which are diversely expressed during vertebrate embryogenesis.
In this work we describe a novel and specific role for Six2 in the growth and elongation of the cranial base. Six2 mutant S155
